SUMMARY Direct immunofluorescence studies were performed on isolated liver cells in order to detect surface localisation of IgG in acute and chronic hepatitis and primary biliary cirrhosis. Membrane-bound IgG was demonstrated in nine patients. Six of eight patients with primary biliary cirrhosis showed granular fluorescence on their liver cell surfaces suggesting that an antibody or immune complex-mediated cytotoxicity might be involved in the pathogenesis of this disease.
Primary biliary cirrhosis (PBC) is a disease of unknown aetiology which largely affects middle-aged women. Many features of PBC such as hypergammaglobulinaemia, presence of autoantibodies, circulating immune complexes, granuloma formation and association with other autoimmune diseases suggest that immune mechanisms may have an important pathogenic role. Recent in vitro studies have indicated that lymphocytes in PBC are cytotoxic to hepatocytes.1 2 Furthermore, large and small circulating immune complexes have been demonstrated, in some series correlating with the disease activity of PBC.34 McFarlane et al. 5 have now found, that many patients with PBC exhibit in vitro leucocyte migration inhibition in response to a protein fraction of normal human gall-bladder bile, and the same group of workers have also been able to detect biliary tract antigens in circulating immune complexes. 6 A prerequisite for immune mechanisms as the basis for the primary lesion of the liver involving cellular infiltrate and granuloma formation would be the demonstration of immune reactions taking place in the liver tissue. The present study deals with in vivo fixation of IgG to hepatocytes as a possible indicator of such reactions and compares the findings to other inflammatory liver diseases where such a binding has been shown to take place. [7] [8] [9] Patients and methods Twenty-six patients with inflammatory liver disease were included. Diagnoses were all based on histological and clinical examination.
Accepted for publication 23 (Fig. I b) clearly distinguishable from the normal control (Fig. 1c) . Furthermore, this reference7serum aetiology and disease activity.12 Of special import- In conclusion, our results extend the accumulating data suggesting the involvement of altered immune functions in the development of PBC. Biliary tract antigens might be the target of humoral responses, but proof of a causal relation must await identification of the IgG which is fixed to the hepatocyte membrane in vivo and of the putative target antigen involved.
